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unusual ultrastructural features. The patient was a 74-LETTERS TO THE EDITOR
year-old male presenting with nephrotic range protein-
uria. Renal biopsy disclosed nodular glomerulosclerosis
with no amyloid deposits. Diffuse subendothelial elec-Non-amyloid fibrils in heavy
tron-dense deposits and fibrils 12–20 nm in diameter in
mesangial areas were seen on electron microscopy (Fig.chain deposition disease
1). Strong IgG immunofluorescence staining of mesan-
To the Editor: Renal heavy chain deposition disease gial nodules without significant light chain labeling was
(HCDD) is a rare entity with only several cases reported. present. Further clinical work-up revealed the presence
It was described by Aucouturier et al [1] and most re- of low-concentration IgG-kappa monoclonal protein in
cently discussed by Rott et al [2]. The light and electron serum. No evidence of multiple myeloma was present.
microscopy appearance of HCDD is identical to that of A recent case report of HCDD indicated the presence
light chain deposition disease (LCDD), a type of mono- of non-amyloid fibrils within the glomerular nodules [3].
clonal immune deposition disease. However, in LCDD, The authors suggested collagen as a source of these fibrils.
immunofluorescence studies detect light chains, which is We felt that the ultrastructural appearance of the fibrils
not the case in HCDD. Instead, heavy chain (gamma in in our case was inconsistent with collagen and was similar
most instances) is detected in the glomerular and tubular to previously reported fibrils in diabetic or LCDD glomer-
basement membrane. ulosclerosis [4]. Our observations confirm the similarities
of HCDD and LCDD. We also conclude that HCDDWe have recently encountered a case of HCDD with
Fig. 1. Subendothelial electron-dense deposits in the capillary on the right. Mesangial expansion containing 12–20 nm fibrils (seen in the inset)
on the left. Magnification: 39083 (380,000 in the inset).
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is among many conditions associated with non-amyloid interstitial nephritis, it is likely that when chronic allo-
fibrils. graft nephropathy is due to chronic rejection, the initiat-
ing mechanism is arterial injury.
In the discussion of the paper on the Banff classifica-Jacek M. Polski, Nancy Galvin,
and Luis Salinas-Madrigal tion [1], it is also noted that Type I acute rejection is a
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is strongly suggestive of an antibody-mediated process.
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Given these considerations, rejection allograft pathol-E-mail: polskijm@slu.edu
ogy may then be reclassified into two major categories
based on the anatomical target of the immune reaction:REFERENCES
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chain deposition disease. N Engl J Med 329:1389–1393, 1993 acute, although we have reported an instance of multiple
2. Rott T, Vizjak A, Lindlic J, Hvala A, Percovic T, Cernelc
acute interstitial rejection episodes in association withP: IgG heavy-chain deposition disease affecting kidney, skin, and
skeletal muscle. Nephrol Dial Transplant 13:1825–1828, 1998 non-compliance that eventually led to chronic interstitial
3. Yasuda T, Fujita K, Imai H, Morota K, Nakamoto Y, Miura AB: nephritis without vascular lesions on biopsy and arteriog-
Gamma-heavy chain deposition disease showing nodular glomerulo-
raphy [2].sclerosis. Clin Nephrol 44:394–399, 1995
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always reversible.
In contrast, vascular rejection comes in three categories
based upon both time of onset and histology: hyperacute,
acute, and chronic. Etiologically, the first is antibody-Renal allograft pathology: mediated, as is the second in most cases. Anatomically,
in all categories the immune target is vascular, probablyThe Banff classification endothelium. Pathophysiologically, the first two are man-
ifest as acute renal failure and the third as chronic renalThe Banff classification [1] characterizes five catego-
failure. Therapeutically, all three are most often refrac-ries of renal allograft pathology: (1) antibody-mediated
rejection; (2) suspicious of acute rejection; (3) acute re- tory to therapeutic intervention.
jection; (4) chronic sclerosing allograft nephropathy; and It should also be recognized that two forms of rejection
(5) other—changes not considered due to rejection. may co-exist—for example, acute interstitial and acute
Taking “other” at face value makes it implicit to the vascular, or acute interstitial and chronic vascular.
classification that there are basically two types of allo- Additionally, one more form of allograft rejection pa-
graft pathology: (1) that consequent on rejection; and thology should be included even though it has not been
(2) that consequent on other factors. seen since the introduction of cyclosporin: spontaneous
Such a view also implicitly defines chronic allograft graft rupture, usually seen in the latter half of the first
nephropathy as a form of rejection and indeed the Banff week post-grafting. It is associated with hyperplasia of
classification recognizes it as such: “the grading of the the usually inconspicuous lymph nodes at the medullary
severity of chronic rejection continues . . . (italics ours). cortical junction, which compress the intra-renal veins
This of course does not mean that every histological at that level, causing intrarenal venous hypertension and
picture of chronic allograft nephropathy denotes chronic rupture.
rejection; chronic allograft nephropathy, pathologically,
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